H]aspartatemarked sites as studied by autoradiography therefore differs from that of GLT but is remarkably similar to that of GLAST (cerebellar cortexbforebrain structures: Killinger et al, 1996; Balcar et al, 2001; Takamoto et al, 2002; Balcar, 2002) . D-Aspartate (Davies and Johnston, 1976) has long been used as a radioligand in autoradiographic studies (Parsons and Rainbow, 1983 ; see for reviews, Balcar et al, 2001; Balcar, 2002) (Balcar et al, 2001; Takamoto et al, 2002) and greater than the affinities of glutamate and aspartate in uptake/transport studies (see for reviews, Bridges et al, 1999; Danbolt, 2001; Balcar et al, 2001 (Takamoto et al, 2002) , the autoradiography could severely underestimate the most abundant EAAT (GLT), particularly at the glutamatergic synapses in the cerebral cortex (Minelli et al, 2001 , Sullivan et al, 2004 .
Glutamate transport may be altered in schizophrenia: chronic neuroleptics reduce glutamate transport (Schneider et al, 1998; De Souza et al, 1999 , Schmitt et al, 2003 ; see for review, Balcar and Nanitsos, 2005) while increased levels of EAAT's have been reported in post mortem schizophrenic brains from nonmedicated patients (Matute et al, 2005) . Most of the changes, however, affect GLTFnot GLASTF particularly in the cerebral cortex (rat: 70% reduction by chronic clozapine, Melone et al, 2001 Melone et al, , 2003 ; humans: GLT in tissue from patients with schizophrenia 2-4 times greater, compared to controls, Matute et al, 2005) . Given that binding experiments using 40 nM [ 3 H]D-aspartate (Scarr et al, 2005) may not adequately label the most important glutamate transporter in the cerebral cortex (GLT), suggesting that glutamate transport in cortical areas affected by schizophrenia is not changed (Scarr et al, 2005) seems premature.
